Recent literature has emphasized a possible relationship between disseminated sclerosis and agricultural or rural exposure (Campbell et al-, 1947 ; Iyhermitte, 1947 ; Shield, 1947 ; Dean, 1949) . Such a concept is not a new one, and articles to this effect have been published for well over a quarter of a century (Morawitz, 1904 ; Steiner, 1918 ;  Dreyfus, 1921 ; Adams, 1923 Adams, , 1927 Wilson, 1927) . This aspect is also referred to in the textbooks of Wilson (1940) and of Boyd (1944) .
There is at present no uniformity of opinion as to the etiology of disseminated sclerosis. We believe, as does McAlpine (194(3) , that there is increasing evidence in support of the infective nature of the disease, particularly as many aspects of the disease process may be explained on a secondary allergic basis (Ferraro, 1944) . It follows, however, that should the progress of disseminated sclerosis depend to at least some extent on altered myelin acting as antibody, the etiology of this clinical syndrome may be a diverse one. Thus, any process, whether infective, toxic, vascular or metabolic, which has the property of altering myelin may be followed by a clinical syndrome of disseminated sclerosis. 0n the other hand, the view that disseminated sclerosis as judged by its histology is a distinct pathological entity has not been contradicted.
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11. & K. (X 100). Fig-2 . Area of cerebellum present in Fig-? Brain (1930) and Schumacher (1950) , in critical reviews, consider that the disease, as it exists in the human subject, has never been experimentally reproduced in animals. It is, of course, open to speculation whether animal tissues ever react in the same way as human tissues do to a specific infective agent. Further, although experimental support is inconclusive, the theory that disseminated sclerosis may result from a toxic-infective process has never been disproved, and the studies of Dawson (1916) 
